The cerebral palsies are a group of disorders of movement and posture due to a non-progressive defect or lesion of the developing brain.' Since the description by Little in 1862 of the influence of prematurity and abnormal birth on the development of child handicap,' many clinicians and non-medical personnel have easily attributed the cause of cerebral palsy (CP) to these events.
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However, it seems that most CP is of early prenatal origin, or has a prenatal event that makes an important contribution to its etiology.3-5 Retrospective allocation of a cause is strongly influenced by observer bias. It has often been speculated after reading inadequately recorded histories, and colored by known association such as preterm birth and diplegia.6 It would therefore be of value to devise some marker that might indicate an association with a prenatal event, such as minor congenital anomalies (MCA). These are relatively infrequent physical features that have neither medical nor cosmetic importance, and may occur in completely healthy individuals. However, the recognition of these indicators of altered morphogenesis does alert the clinician to the possibility of a more serious defect, and it has been argued that in excess they correlate with disturbances of neurologic development occurring during embryogenesis.'-9
The incidence of MCAs and what constitutes a significantly increased number varies in different studies.
Mehes'° and the large Madison study7 reported that 15% of all apparently healthy neonates had one or more MCAs, and three or more raised the possibility of a major malformation. Population studies have recorded three or more anomalies in 1.9%,1° 3.7%,&dquo; 9%,&dquo; and 9.5%1 of infants studied. These discrepancies are due to the number of features systematically sought, the frequency increasing with the number; the expertise of the examiner; the use of a checklist; and whether an interobserver comparison was used. Of more consequence is the interpretation of clinical significance. Marden et al.&dquo; reported that the infant with three or more MCAs had a 90% chance of having an associated major malformation, as opposed to a similar study by Leppig et al.&dquo; that was better controlled, and which found the risk to be only 20%. What emerges from studying the literature on MCAs is that if they are to be used as an indicator of prenatal insult, then they must be obviously present or lend themselves to measurement and being compared to established normal values.&dquo; There should not be any possibility that the MCA was postnatally acquired, and racial and familial variations should be accounted for by examining unaffected close relatives.
When considering the static encephalopathies, such as mental retardation and cerebral palsy, is the presence of an excess number of MCAs an indication that an early prenatal event has contributed to the causation of the disorder? In a well-defined population of CP, Miller' reported that in those with no history of an adverse perior postnatal event, 73% had more than four MCAs and this number was markedly greater than that occurring in related or unrelated control subjects, 94% of whom had three or less anomalies. Furthermore, there were seven other patients who had adverse perinatal events associated with malpresentation and obstetric manipulations, such as more than one failed external version. In retrospect, some observers might have attributed the cause of the CP to these events, and supported a litigation. However, all these patients had a large number of MCAs ranging from five to nine. Smith and Bostian,9 in their study of children with idiopathic mental retardation, also found an association with an excess of MCAs. In their population, 42% had three or more anomalies, whereas none of the controls had this number. This was despite the fact that 28% of the study group had an IQ of 50-80, and many of these would thus be expected not to show any evidence of organic causation, but would be of sociofamilial origin. Although the association is difficult to &dquo;prove,&dquo; 15 a marked increase in the number of MCAs in a patient with a static encephalopathy provides strong circumstantial evidence of an early prenatal contribution to that disorder.
Paneth wrote that the hypothesis of a direct association between parturitional difficulties and CP influences the practices of many obstetricians and pediatricians, and accounts in part for high rates of malpractice.5 Epidemiologic studies have not supported this hypothesis.4
Despite this, it is difficult for those concerned in the care of handicapped children not to attribute a primarily causative role to obstetric complications. The National Collaborative Perinatal Project reported an association between CP and breech presentation, but not breech delivery, and suggested that abnormal fetuses may present in an abnormal manner.' Clearly, most malpresentations and obstetric interventions are not followed by neurologic deficit. In those that are, the findings of an excess number of MCAs might indicate an earlier prenatal contribution. What constitutes a significant number or type of MCA, and how one can be reliably identified has still to be fully elucidated. This would require the study of a large number of deliveries, and the comparison of malpresentations associated with an excess of MCAs to those without. This study would be important in further demonstrating that the etiology of most CP is more likely to be related to &dquo;the passenger rather than the passage.&dquo;
